Abstract. In the present study wound healing was examined in normal C57B1/6 male mice, diabetic mice, non-treated; and in diabetic mice treated with insulin. 
Clinical (Goodson 8c Hunt 1979) and experimental evidence (Prakash et al. 1974) indicate that wound healing is impaired in diabetes. The inability to heal has been attributed to poor collagen formation (Rosenthal & Enquist 1968) , faulty replacement of granulation tissue (Goodson & Hunt 1979) and more recently, an impairment of blood vessels and cells early in the healing response (Weringer et al. 1981 ). These observations suggest that in diabetes there is a probable disturbance in cellular homoeostasis that has a pervasive effect on the biological events of wound healing. (Siperstein et al. 1977) and diabetic retinopathy in dogs (Engermanetal. 1977) .
Insulin is intimately involved in the composite of metabolism (Czech 1977; Steiner 1966) , and of particular interest, is the role of insulin as a regula¬ tory hormone for cell growth (Steiner et al. 1978 
B) Insulin injections
Alloxan diabetic mice were randomly selected for a series of insulin injections. Lente insulin (Ilentin, U-100, Lilly) was diluted in PBS to 160 mU/0.2 ml, and injected ip at 0.5, 1.5, 4, 5.5, 9, 10.5, 15, 16.5, 22, 23.5, 30, 31.5, 38, 39.5, 46 and 47.5 (Karnovsky 1965 Table 2 ).
D) Morphcrmetry
The (Fig. 2) . In the untreated diabetic mice, a sparse cellular infiltrate was disposed around small isolated bundles of collagen; the remainder of the tissue volume was occupied by large areas of inter¬ stitial oedema (Fig. 3) .
Morphometry
The results from the morphometric analysis are shown in Tables 1 and 2 (Figs. 4 and 5) .
In Table 1 In Table 2 , the total per cent wound volume is calculated to include all of the time periods studied. In Fig. 4 , the response of capillaries, fibroblasts and polymorphonuclear leukocytes is seen. Both the cellular and vascular elements were signifi¬ cantly greater in wounds from insulin-treated dia¬ betic mice when compared to non-treated diabetic mice. Furthermore, the response to insulin treatment was not significantly different from that observed in control mice. In every instance the insulin treatment appeared to stimulate the cellular components of the healing response as measured by the methods in this study. (Bondy & Felig 1971) . Recent studies, however, suggest that hypergly¬ caemia alone may not significantly contribute to the poor healing response in diabetic mice (Weringer et al. 1981) . Animals with high blood glucose and low insulin levels had an impaired healing re¬ sponse, while those with high blood glucose and normal insulin levels had a healing response com¬ parable to controls. In addition, a third group, with low blood glucose and low insulin also showed an impaired healing response. These data support the hypothesis that insulin is an important and neces¬ sary component for wound healing.
Insulin is known to possess growth stimulating properties at concentrations lower than that requi¬ red for control of hyperglycaemia (Steiner et al. 1978) . Most (Rechler & Nissley 1977) . As a group these polypeptide hormones have similar physiological ac¬ tions (Baxter et al. 1979) . This is consistent with the hypothesis that insulin is a cellular growth factor in many peripheral tissues (Czech 1977 (Goldstein et al. 1969) . They no longer synthesize collagen and have a shorter life span (Rosenbloom 1978 
